As a graduate student at the University of California at Los Angeles (UCLA) when The Plant Cell was launched 30 years ago, I was well aware of the promising future of plant molecular biology research, but I had yet to define my long-term research interests. In 1991, I had the opportunity to attend a seminar by Clarence "Bud" Ryan on the nature of wound-inducible signals that activate the synthesis of defensive proteinase inhibitors in tomato leaves. Among the highlights of Bud's talk was a description of the recent discovery by Ted Farmer, then a postdoc in the Ryan lab, that an oxygenated fatty acid derivative called jasmonate (JA) potently elicits the expression of proteinase inhibitor genes. Their finding that JA induces proteinase inhibitor expression in tomato, tobacco, and alfalfa further suggested that the signaling activity of JA may be conserved in the plant kingdom. Thus, JA appeared to have attributes of a defense hormone.
When I told my graduate advisor, Sabeeha Merchant, how excited I was about Bud's talk, she encouraged me to explore the possibility of doing a postdoc with him. I wrote to Bud and, much to my surprise, he immediately wrote back to invite me to visit his laboratory at the Institute of Biological Chemistry (IBC) on the campus of Washington State University. During this visit, Ted shared with me data for a manuscript he was preparing to submit to The Plant Cell. According to the published version of this now classic paper (Farmer and Ryan, 1992) , the manuscript was received on December 2, 1991 and accepted three days later. I can only speculate that this short turnaround time reflected an editorial view that the work significantly advanced a conceptual understanding of the burgeoning field of plant defense signaling. Nearly 30 years later, this paper continues to influence my perspective on how plants perceive and respond to biotic threats.
The Farmer and Ryan (1992) study addressed the central question of whether JA is an endogenous wound signal and, if so, how it is generated by tissue damage. The hypothesis that JA is synthesized de novo in response to wounding was based on previous work by Brady Vick and Don Zimmerman showing that plants synthesize JA by lipoxygenase-mediated conversion of linolenic acid (a C18 fatty acid) to a cyclized C18 intermediate called 12-oxo-phytodienoic acid, and the prescient idea that these octadecanoids may "behave as potent metabolic regulators" (Vick and Zimmerman, 1984) . Indeed, Farmer and Ryan (1992) reported that several octadecanoid precursors of JA, but not closely related compounds that are not metabolized to JA, potently activate proteinase inhibitor expression when supplied to tomato leaves.
The implication of these findings was summarized in a simple model presented in the last figure of the paper. This model, which has largely endured the test of time, indicated that plantderived signals generated at the site of insect and pathogen attack trigger the biosynthesis of JA via the lipoxygenase pathway, leading to the expression of defense genes that confer host resistance. The new concept of an inducible, lipid-based signaling pathway for plant defense was supported by parallel studies in Meinhart Zenk's laboratory on JA-elicited plant secondary metabolism (Gundlach et al., 1992) and, within a few years, the discovery that JA-deficient mutants of tomato and Arabidopsis are compromised in resistance to insect and pathogen attack (Howe et al., 1996; McConn et al., 1997; Vijayan et al., 1998) . It is also noteworthy that classical genefor-gene resistance models at the time did not accommodate plant-derived molecules as determinants of host recognition of biotic attack. The Farmer and Ryan (1992) paper, together with other pioneering studies on the tomato wound response from the Ryan lab, championed the role of plant-derived molecules as primary signals for defense activation. Today, this concept is known as DAMP (damage-associated molecular pattern) signaling and is widely considered a cornerstone of the plant immune system. While Farmer and Ryan (1992) helped to lay the foundation of JA as a defense hormone, the paper was also noteworthy in proposing the existence of a JA perception system as an integral part of the wound signaling pathway. Compelling genetic evidence for such a receptor was reported a short time later in another landmark The Plant Cell paper from the laboratory of John Turner (Feys et al., 1994) . Interestingly, this chapter of the JA story began with research aimed at understanding the mode of action of a chlorosis-and ethylene-inducing phytotoxin called coronatine, which is produced by some pathogenic strains of Pseudomonas syringae. Feys and coworkers exploited the power of Arabidopsis genetics to identify recessive mutations that confer resistance to coronatine. These mutations were shown to define a single locus named CORONATINE-INSENSITIVE1 (COI1). Importantly, coi1 mutants selected for resistance to corontaine were also insensitive to the effects of exogenous JA. Given the structural similarity between coronatine and JA, together with the fact that coronatine and JA cause many of the same effects when applied to plants, Feys and colleagues correctly surmised that COI1 encodes a critical component of the JA signaling pathway. Also important was their discovery that coi1 mutants are male sterile, which implied that JA is a signal for pollen and anther development. This foundational observation helped to launch an era of subsequent research on JA-mediated control of reproductive development, much of which debuted in The Plant Cell. Finally, in showing that coronatine induced the expression of proteinase inhibitors in tomato leaves, the work of Feys et al. bridged the octadecanoid signaling pathway proposed by Farmer and Ryan (1992) to a central component of the JA perception apparatus.
The Feys et al. (1994) study was highly significant for two reasons. First, it provided unambiguous genetic evidence that coronatine and JA are perceived by a similar mechanism, consistent with the structural similarity between the two compounds. Second, and more importantly, coi1 mutants provided a critical genetic tool with which to further dissect the biological function of JA and molecular mechanism of JA perception. Indeed, Daoxin Xie and coworkers in the Turner lab later discovered that COI1 encodes an F-box protein component of an E3 ubiquitin ligase complex, suggesting that COI1 targets a negative regulator for proteolytic destruction in response to the JA signal (Xie et al., 1998) . Almost a decade later, this negative regulator was identified by three independent research groups as JAZ (Thines et al., 2007; Chini et al., 2007; Yan et al., 2007) . One of these influential papers from Ted Farmer's laboratory was published in The Plant Cell (Yan et al., 2007) .
As it turned out, I had the good fortune to pursue postdoc research in Bud Ryan's group, where I initiated a genetic screen for wound-response mutants of tomato. Characterization of these mutants over the years would lead us deeper into the fascinating world of JA biology. Like many scientific journeys, this effort was guided by a steady stream of groundbreaking papers, including many published in The Plant Cell; since its inception 30 years ago, the journal has published well over a hundred JA-titled papers and is arguably the most cited journal on this topic. If the past is any indication of the future, readers of The Plant Cell have much to look forward to as the story of this small-molecule hormone continues to unfold over the next 30 years. 
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